gene expression profiles of Tal1 mutants and wild type embryos, we find that that expression of claudin 5, a component of endothelial tight junctions, is dramatically down-regulated in Tal1-deficient embryos. Consistent with a defect in tight junction formation, localization of junctional components is disorganized in the Tal1-deficient endocardium. Therefore, we propose that 
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The extent of apoptosis of neural progenitors is known to influence the size of the cerebral cortex. Mouse embryos lacking Brca1, the ortholog of the human breast cancer susceptibility gene BRCA1, show apoptosis in the neural tube, but the consequences of this for brain development have not been studied. Here we investigated the role of Brca1 during mouse embryonic cortical development by deleting floxed Brca1 using Emx1-Cre, which leads to conditional gene ablation specifically in the dorsal telencephalon after embryonic day (E) 9.5. The postnatal Brca1-ablated cerebral cortex was substantially reduced in size with regard to both cortical thickness and surface area. Remarkably, although the thickness of the cortical layers was decreased, cortical layering was essentially unperturbed. High levels of apoptosis were found at E11.5 and E13.5, but dropped to near-control levels by E16. However, Hes1 deficient mice also display a transformation of the bile duct and stomach epithelium to pancreatic cell types, but it is unclear if it acts as a Notch target in this process.
We present a systematic analysis of Notch1 activation using an antibody specific for the cleaved intracellular fragment of the receptor from late streak stages (e7.5) to e12.5 in the mouse embryo. Notch1 is activated throughout the endoderm and mesoderm at e7.5 and can be found in subsets of all three germ layers at e8.5 when Pdx1 is first induced in the endoderm. The vertebrate inner ear is filled with endolymph, an extracellular fluid that provides the electrical driving force for sensory S171
